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T
able S 1, continued. C
ase dem
ographics and characteristic pathological lesions observed in the selected cases  * 
Pathological 
diagnosis  † 
C
linical diagnosis  † 
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D
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* A
bbreviations: A
D
, A
lzheim
er’s disease; PIC
K
, Pick’s disease; C
B
D
, corticobasal degeneration; PSP, progressive supranuclear palsy; FTD
P-17, frontotem
poral dem
entia 
w
ith parkinsonism
 linked to chrom
osom
e 17 (m
icrotubule-associated protein tau m
utation); FTLD
-TD
PA
/C
, frontotem
poral lobar degeneration linked to TA
R
 D
N
A
-binding 
protein-43, type A
/C
; D
LB
/PD
D
, dem
entia w
ith Lew
y bodies/Parkinson’s disease w
ith dem
entia; V
D
, vascular dem
entia; PC
A
, posterior cortical atrophy; bvFTD
, 
behavioural variant frontotem
poral dem
entia; SD
, sem
antic dem
entia; PN
FA
, progressive nonfluent aphasia; C
B
S, corticobasal syndrom
e; PD
, Parkinson’s disease; F, 
G
M
W
M
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fem
ale; M
, m
ale; G
M
, grey m
atter; W
M
, w
hite m
atter; n.d., not diagnosed (these cases have not been diagnosed and treated at the U
C
L D
em
entia R
esearch C
entre but brains 
have been donated to the Q
ueen Square B
rain B
ank from
 elsew
here); n.a., not applicable. 
† Pathological and clinical diagnosis w
ere m
ade at autopsy (post-m
ortem
) and after first clinical presentation, respectively. The case that is printed in bold in the “C
linical 
diagnosis” colum
n is the one show
n under “Im
m
unohistochem
istry”. 
‡ Tau im
m
unohistochem
istry dem
onstrated abundant neurofibrillary tangles (N
FTs), plaque-associated neurites and neuropil threads in A
D
 in the G
M
 w
ith occasional 
coiled bodies and threads in the W
M
. C
haracteristic com
pact, rounded neuronal cytoplasm
ic inclusions (Pick bodies), ram
ified astrocytes and fine neuropil threads w
ere 
present in the PIC
K
 cases in the G
M
 w
ith a dense netw
ork of tau positive threads and tau-im
m
unoreactive oligodendroglia in the W
M
. Tufted astrocytes, N
FTs and neuropil 
threads w
ere seen in the G
M
 in PSP, w
hile the W
M
 contained num
erous coiled bodies and fine tau-positive threads. N
um
erous neuropil threads and astrocytic plaques w
ere 
detected in the G
M
 in C
B
D
, w
hereas a dense netw
ork of tau-positive threads w
as present in the W
M
. The FTD
P-17 case displayed had a R
406W
 M
A
PT m
utation; N
FTs and 
threads w
ere detected in the G
M
, w
hereas the W
M
 show
ed long neuropil threads. FTLD
-TD
PA
 cases show
ed cytoplam
ic inclusions and short threads, w
hile FTLD
-TD
PC
 
cases exhibited long corkscrew
-shaped neurites. C
ortical Lew
y bodies and num
erous fine α-synuclein-positive neurites w
ere seen in the frontal cortex of dem
entia w
ith 
D
LB
/PD
D
 cases. N
o tau im
m
unoreactive structures w
ere seen in the cerebral cortex of the norm
al control cases. A
ll im
ages x20 objective. 
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able S 2. Q
uantification of A
T
8 staining and [ 18F]A
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-1451 binding to tau in flash frozen post-m
ortem
 brain sections  * 
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ith parkinsonism
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, frontotem
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Figure S 1. Correlation of the specific binding of [18F]AV-1451 in tauopathies (closed black 
dots) and control cases (open grey circles) with tau load as determined by AT8 staining in 
adjacent sections. R2 values without (black) and with (grey) control cases included. 
Abbreviations: AD, Alzheimer’s disease; FTDP-17, frontotemporal dementia with 
parkinsonism linked to chromosome 17 (caused by a mutation of the microtubule-associated 
protein tau (MAPT) gene); PICK, Pick’s disease; CBD, corticobasal degeneration; PSP, 
progressive supranuclear palsy. 
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